Objective: Stress and depressive symptoms predict exaggerated inflammatory responses to a biological challenge in nonpregnant humans and animals. The extent to which these findings generalize to pregnancy is unknown because the immune system exhibits substantial changes to support pregnancy. Notably, inflammatory responses to infectious agents play a causal role in the development of gestational hypertension as well as risk for preterm birth. Thus, depressive symptoms may increase susceptibility to these outcomes via sensitization of inflammatory processes. The current study was designed to test the hypothesis that depressive symptoms would predict an exaggerated proinflammatory response to an in vivo antigen challenge, influenza virus vaccination, among pregnant women. Method: Twenty-two pregnant women completed two study visits: baseline and 1 week after receiving influenza virus vaccination. Depressive symptoms were measured with the Center for Epidemiologic Studies Depression Scale (CES-D) at baseline. Serum levels of macrophage migration inhibitory factor (MIF) were determined using a high sensitivity immunoassay at both study visits. Outcomes: Analyses demonstrated that, as compared to those in the lowest tertile of CES-D scores, those in the highest tertile exhibited significantly higher levels of MIF 1 week after influenza virus vaccination (p = .035). Conclusions: Depressive symptoms predicted exaggerated MIF production following influenza virus vaccination during pregnancy. These data support the hypothesis that depressive symptoms are associated with sensitization of the inflammatory response during pregnancy. Thus, women with greater depressive symptoms may be more vulnerable to negative sequelae of infectious illness during pregnancy.
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Introduction
Conservatively, it is estimated that 25-40% of preterm births are attributable intrauterine infection and associated inflammation (Goldenberg et al., 2008) . In addition, infections including periodontal disease and urinary tract infection are associated with increased risk of preeclampsia and preterm delivery (Conde-Agudelo et al., 2008; Jeffcoat et al., 2001) . Further, certain maternal infections, including influenza, predict increased risk of negative health outcomes in offspring and inflammatory processes are implicated in this link (Smith et al., 2007) .
Stress and depressive symptoms predict exaggerated responses to biological challenges in humans and animals. Rodents exposed to repeated stressors evidence exaggerated inflammatory responses upon antigen exposure, higher levels of circulating interleukin(IL)-6, and enhanced IL-6 and tumor necrosis factor (TNF)-a production from myeloid cells (Avitsur et al., 2005; Johnson et al., 2002; Stark et al., 2002 
